During growth, exposure to as little as 5 ng of AD per ml for 30 hr resulted in a reduction in cell number of 62% (Table 1) . After incubation for 96 hr in maintenance medium, containing 10 ng of AD per ml, 92% of the cells were destroyed.
Actinomycin D (AD) has been reported to inhibit lymphocytic choriomeningitis (LCM) virus replication in L929, baby hamster kidney (BHK), and L132 cells (1, 5) . We in AD-free medium. Subsequent changes of maintenance medium also contained AD. Cell numbers were determined after incubation in maintenance medium for 96 hr, since the maximum yield of LCM virus in BHK cells occurs at this time (6) . During growth, exposure to as little as 5 ng of AD per ml for 30 hr resulted in a reduction in cell number of 62% (Table 1) . After incubation for 96 hr in maintenance medium, containing 10 ng of AD per ml, 92% of the cells were destroyed.
In view of the extreme sensitivity of BHK cells to AD, the concentrations of AD used to study its effect on LCM virus were limited to 25 ng/ml and less. After a cell monolayer had formed in the absence of AD, the cultures were inoculated with LCM virus (2 X 10-3 mouse LDw per cell) and were maintained in medium containing 5, 10, 15, 20, or 25 ng of AD per ml. Yields of the Armstrong and WE strains were enhanced by 5 and 10 ng of AD per ml, whereas, both strains were inhibited by 15 to 25 ng of AD per ml (Table 2 ). The yields of LCM virus in BHK cells have not been observed to vary by more than 5.7 LDi when the yields were determined per cell (6) . Thus, AD appears to exert two effects upon replication of LCM virus in BHK cells: (i) an enhancement at 5 to 10 ng/ml and (ii) a depression that becomes apparent at 15 ng/ml or higher.
Although knowledge of replication of LCM virus is limited, the enhancement of its reproduction by AD might result, as has been postulated for the enhancement of Sendai and Newcastle disease viruses by AD (2, 9) , from the elimination of cellular competition. But 
